For the induction of Hu alpha IFN, poly rIrC at a concentration of 0.1 ,ug/ml was added to the PBMC (107 cells per ml) with 250 ,ug of DEAE-dextran per ml and was incubated at 4°C for 30 min. We have previously found these circumstances optimal for the induction of Hu alpha IFN. At that time, the cells were washed three times with phosphatebuffered saline and incubated for 24 h in RPMI 1640 medium supplemented with 10% fetal bovine serum, 250 U of penicillin per ml, and 150 ,ug of streptomycin per ml. At the conclusion of the incubation, the cells were removed by centrifugation, and the supernatants were dialyzed against phosphate-buffered saline -overnight and frozen at -80°C for assay at a later time. In those'experiments in which ASA or other reagents were added to-the PBMC with the inducing solution, appropriate controls were simultaneously prepared which were identical to the test samples'except for the presence of ASA or other reagents.
Assays for IFN were performed in microtiter plates as previously described (11) . All (12) . Table 1 demonstrates the effect of ASA on the production of both poly rIrC-induced (Hu alpha) and PHA-induced (Hu gamma) IFNs. The yield of both 'species of IFN induced in the presence of 10 ,ug of ASA per ml was significantly greater (P < 0.05) than that of the controls. Yields with the-higher and lower concentrations of ASA were also increased, but the differences were not significant compared with'the controls. For Hu alpha IFN, 14 experiments were performed, and in 10 of these, yields of IFN produced in the presence of ASA were greater than those of the controls. In the other four experiments, the yields were equal. For Hu gamma NOTES prostaglandin types were added to PBMC during PHA stimulation of the cells (Table 2 ). Under these circumstances, only prostaglandin E2 consistently reduced the titer of the Hu gamma IFN by at least 75% at both concentrations used. In contrast, when prostaglandins were added to PBMC induced with poly rIrC, no decrease in the production of HU alpha IFN occurred. Finally (Table 3) , when prostaglandins were added to cultures of PBMC along with ASA, the effects of the latter on Hu gamma IFN production were negated by prostaglandin E2, but the effects on Hu alpha IFN were not negated.
In the case of Hu gamma IFN (Table 1) , the increase in the titer of IFN appeared to be associated with an increase in the production of Lastly, by using type-specific antisera to Hu alpha IFN and Hu beta IFN (National Institutes of Health reference nos. G-027-501-568 and G-029-501-568, respectively) and to These studies show that ASA can enhance the production of both Hu alpha IFN and Hu gamma IFN. In the case of Hu gamma IFN, this finding might have been anticipated from previous reports on studies with other prostaglandin synthesis inhibitors (14, 15) , but in the case of Hu alpha IFN, previous investigations with such inhibitors (3, 10) have provided only indirect evidence to suggest that these agents could effect an enhancement in IFN yields. Furthermore, while the studies reported here suggest that the effect of ASA on-Hu gamma IFN production is mediated by the inhibition of prostaglandin synthesis, they also suggest that in the case of Hu alpha IFN, the enhanced yields relate to some action of ASA independent of the effects on prostaglandin synthesis.
Finally, these investigations raise the possibility that the use of ASA during viral infections might augment the body's defenses and be of value in the control of the causative virus.
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